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and h(t) is the frequency function, or probability density function of transit times through the distributing system, and H(t) is then of course the distribution function.
Orr and Gillespie state that I applied these principles, generalized to consider any input function, to measurements of tracer concentration at the output from a system. However, I have also applied the principle, in the form -00 t= f[I-H(t)]dt 0 to measurement of tracer remaining in the system, either by the technique of external monitoring or by sampling blood within the system, and so forth. This application I called residue detection, in contrast to outflow detection. The above equation is identical with the equation for (definition of) occupancy given by Orr and Gillespie.
The proposal by Orr and Gillespie that separate "occupancy-to-capacity ratios" (that is, flows) can be obtained simultaneously by use The report of Brown, Chattopadhyay, and Patel (1) showed that erythrocyte ghosts from patients with myopathy contain a sodium plus potassium (Na+ + K+) activated adenosine triphosphatase activity which is activated instead of inhibited by ouabain at a concentration of 10-mole/ liter. We have been unable to reproduce this result using our methods for the measurement of Na+, K+-activated adenosine triphosphatase activity in red cells of patients with muscular dystrophy of the Duchenne type.
Six normal subjects and seven patients, five of whom had an unequivocal diagnosis of Duchenne type of muscular dystrophy, were studied. Three of the patients are members of the same family. Fresh blood was collected into ethylenediaminetetraacetic acid (EDTA) (20 ml of blood per 60 mg of EDTA), the separated erythrocytes were washed, and the membranes were isolated (2). The adenosine triphosphatase activity of the membranes was determined in the presence and absence of 10-4M ouabain in a final volume of 0.5 ml. There was approximately 1 mg of membrane protein per milliliter in each sample, and 2 mmole of adenosine triphosphate labeled with 32p on the terminal phosphate (0.5 to 1.5 x 105 count min-,tmole-1), 2 mM MgCl2, 50 mM NaCl, 10 mM KCl and 50 mM tris-HCI, pH 7.4. The differences between our method and that of Brown et al. are as follows. We used hypotonic lysis in distilled water (2) Stimulation of Na+, K+-activated 31 JANUARY 1969 adenosine triphosphatase activity has been reported (4) , but only with the ouabain concentrations of approximately 10-"1 mole/liter. Although altered (decreased) adenosine triphosphatase activity in erythrocyte membranes in uremic patients with hemolytic anemia has been reported (5) , this condition has not been documented in patients with muscular dystrophy. It has not been possible to correlate the data of Brown et al. (1) with either the above observations (4, 5) or with our data.
Our experience suggests that the Na+, K+-activated adenosine triphosphatase activity of erythrocyte ghosts from normal subjects and from patients with muscular dystrophy are inhibited by ouabain in a concentration of 10-4 mole/ liter. The specifics of our method were chosen to optimize the ouabain-response phenomenon. Klassen and Blostein did not follow the procedure we described. They used different metal concentrations, different buffer concentration, different incubation time, and temperature, and they omitted sucrose from medium.
Our legend ( 
